INTRODUCTION
It is an already established f act (1) (2) (3) (4) (5) (6) (7) (8) (9) Culture medium: a) Ogawa's egg medium, b) Kirchner's liquid and agar media.
The composition and preparation of these kinds of media were described in detail in our previous papers(10, 11) uninfected as the control group. The bacillary amount of 0.1 ml was injected to each animals after suspended in 0.1 ml of distilled water.
After injection, the animals were observed every day of their general condition, particularly paying attention to the appearance of paralysis of the limbs and to body weight. When died, they were necropsied to examine the spread of tuberculous lesion in the viscera and to enumerate the viable bacilli surviving in the brain and the internal organs by the technique described before.
The animals were nourished for 77 days and then those remaining alive were autopsied. The result was summarized in Table 6 . All the animals injected with No. 386 died in 38 to 55 days after showing the tendency in body-weight to decrease and paralysis in one side of the hind leg. In most cases, the paralysis appeared about one week before Barnett (1), and Karlson and Ikemi (5) have ever pointed out the fact that isoniazid-resistant tubercle bacilli of attenuated virulence show a tendency to disappear from guinea pig body only after tuberculous inflammatory lesions develop to some extent. From these observations, it is quite likely that tuberculous lesions are the site unfavourable for the multiplication and survival of INH-resistant tubercle bacilli. The finding that although the spleens of the animals injected intravenously with H37RvR-INH had many disseminated tubercles, the viable bacilli were isolated from them in an unexpectedly small number may be a proof for the view above. And it will be easily supposed from Table  7 that if all the bacilli die within those tubercles the lesions are finally absorbed in the case of H37RvR-INH.
According to Cohn et al , the low-virulence otf INH-resistant tubercle bacilli is attributed to their lack in catalase activity .
Although much speculative yet, they explained that pyruvic acid serves as a growth-supporting agent for INH-resistant catalase-defficient tubercle bacilli, but in the inflamed area low oxygen tension favors the immediate reduction of any pyruvic acid to lactic acid, which has not any growth-supporting activity for those bacilli.
In this connection, it is quite clear that the mechanism involved in the attenuation due to the acquisition of INH-resistance is different from the mechanism in the attenuation of the virulent Nocard strain to BCG . Therefore, 
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